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Objective: This study aimed to explore the possibility and outcomes
of surgical treatments for managing hereditary spinocerebellar ataxia
(SCA).
Methods: Three patients diagnosed with SCA and strongly willing to get
surgical treatments were selected for surgery. Under general anesthesia,
posterior cranial fossa decompression and extensive arachnoid resection
were conducted. The bilateral occipital muscles flapped with arteries
were anatomically separated, transferred, and adhered to the surface
of the cerebellum. Then, clinical presentations pre- and post-operation
were compared.
Results: All symptoms of the three patients were significantly improved
after surgery. In Case 1, after one day post-operation, bucking symptoms
disappeared. Also, while standing and walking abilities gradually
improved on the 6th day, self-care, speech, and normal handwriting
abilities were recovered one month post-rehabilitation. However, during
the 6-month follow-up, the patient was still in further recovery. In
Case 2, the patient’s handwriting function was restored on the 4th day
after the operation. Moreover, the piebald skin on both lower limbs
disappeared one week post-operation. One month later, the standing
ability of the patient was also recovered. In Case 3, the four symptoms
experienced were significantly recovered one day after surgery, including
speech, bucking, lower limbs trembling, and unstable walking.
Conclusions: Surgery is therefore a promising and brilliant option for
treating hereditary SCA. After operations, neurological deficits improved
fast, as shown evidently by recovery results, at a rate that was better
than any other treatment way. Nevertheless, improvement mechanisms
should further be explored.
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Introduction

Hereditary spinal cerebellar ataxia is a group of
neurodegenerative diseases with a progressive
exacerbation of autosomal dominant inheritance.
The core symptom is cerebellar ataxia, accompanied by external pyramidal signs, pyramidal
tract signs, oculomotor dysfunction, optic atrophy,
peripheral neuropathy, then mood and cognitive
dysfunction [1]. It has also been reported that
these symptoms can lead to changes in other
systems, such as bone structural abnormalities,
abnormalities of the endocrine and cardiovascular
system, in addition to symptoms of autonomic
nerve damage, such as skin spots, dysuria,
abnormal sweating, and so on. Hereditary ataxia,
including hereditary spinal cerebellar ataxia, has
therefore been considered an incurable familial
hereditary disease so far, with spinocerebellar
ataxia (SCA) being the most predominant type
of cerebellar ataxia, with an incidence of 0.3–4 per
million of the population being affected [2]. It
can be divided into 45 subtypes according to
the different clinical characteristics or diseasecausing gene mutation. Moreover, significant
differences exist between different geographic
and ethnic groups. As an example, SCA-7 has the
highest incidence subtype in China, but not so
in other countries or ethnic groups. It is also
associated with the so-called “founder effect” [3, 4].
Stem cell or gene therapy is still at the stage
of experimental animal studies. Recently, some
researchers have attempted to transplant stem
cells to treat the disease [5]. The basic principle
was to induce the differentiation of pluri-potent
stem cells to neural stem cells, then replace
denatured and apoptotic cells, thereby providing
a better micro-environment for nerve growth and
transmission through local neuronal paracrine.
However, its efficacy and safety required further
observations. Gene therapy is a trend and goal
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of future hereditary disease treatments, especially
SCA patients, which can selectively silence
SCA-based pathogenic genes. Nevertheless, it
has remained in the research stage [6, 7]. Also,
although physical functional exercise can only
delay disease progression, it does not help relieve
or cure symptoms [8]. Many patients with severe
cases have therefore died gradually of organ
failure and other complications. Whenever a
patient suffered the disease, the whole family
panicked deeply and became desperate. Thus,
an urgent need for effective treatment has been
identified, which raises the question that whether
we can find a surgical solution to relieve the
symptoms. Here, we report three surgical trials
which have obtained successful outcomes, and
share our primary experiences.

2 Case presentation
2.1

Case 1

The paitent is a 23-year-old female suffering from
ataxia for 6 years, and got complicated with
speech delay, alalia, gait disturbances, bucking,
and dysgraphia. The patient was unable to steer
and weave from side to side when riding a bike
in the past 6 years. Gradually, she developed
walking instability and was unable to walk straight.
She also fell on bumpy roads or stairs. Although
she had received neurotrophic drugs and
rehabilitation training in other hospitals, no
improvement was observed. She also gradually
developed speech delay, dysgraphia, alalia,
bucking, and polypnea after mild activity 2 years
ago. Therefore, the patient presented at our clinic
and sought possible treatments to curb disease
progression in March 2020. The doctor offered
surgery as the possible treatment option to the
patient and her mother for consideration. They
agreed to think it over. However, they felt despair
because 6 people had this disease in her family
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altogether, including the patient’s grandmother,
father, father’s sister, and her son (Fig. 1). Hence,
this lady was afraid of death because her father
died of this disease. Four months later, they
came to clinical again because the lady’s symptoms
progressed. She was unable to drink and had
more difficulties speaking. Therefore, they told
the doctor that they had considered the issue
critically and wanted to try surgery no matter
what outcome would occur because that was the
only open possibility. So, this 23-year-old lady
became the first to get surgery for treating SCA.
Physical examination showed that the patient
spoke slowly with alalia. Her writing font was
gradually larger and inclined to the lower right.
Additionally, her walking steps had a shuffling
or drunken gait, which made falling easy.
Moreover, further analysis showed Romberg (++),
finger-nose test (++), alternating movement test
(++), and heel-knee-tibia test (++). Her International
Cooperative Ataxia Rating Scale (ICARS) score
was 46.
Auxiliary examinations showed: (1) A genetic
mutation in the ADCK3 gene 1, suggesting SCA-9.
(2) Cerebellar and spinal atrophy, as proposed
by brain magnetic resonance imaging (MRI).
Especially, olivine pontine cerebellum atrophy was
observed, and the occipital cistern had enlarged
to as big as an arachnoid cyst. Magnetic resonance
spectroscopy (MRS) also indicated a decrease in
the cerebellar N-acetyl-aspartate (NAA) peak,
whereas diffusion tensor imaging (DIT) showed
a decrease in the bilateral cerebellar fiber bundle

(Fig. 2). (3) Through electroneuromyography
(ENMG) and brainstem auditory evoked potentials
(BAEP), damages to the peripheral part of the
right auditory pathway and the central part were
observed. Damage to the central segment of the
left auditory conductive pathway was observed
as well.
2.2

Case 2

A 32-year-old female with a 7-year history of
ataxia was presented with gait disturbances,
alalia, diplopia, bucking, and dysgraphia. Without
any evident incentives, the patient was unable to
walk in a smooth or straight manner for 3 years.
Then she underwent treatments in many
countries. After abortion 4 years ago, the symptoms worsened, which kept her in a wheelchair.
Furthermore, other symptoms appeared, including
alalia, diplopia, bucking, handwriting disability,
and dysgraphia. Although she had received
neurotrophic drugs and rehabilitation training
in Israel, China, Japan, and the United States, no
improvements were observed. In June 2020, she
came to our clinic seeking for surgical treatment
because of the good outcome of Case 1. Her
grandfather, father, and father’s brother also has
suffered from this disease, and her father died of it.
Physical examinations showed horizontal and
vertical nystagmus. The muscles of both lower
limbs were evidently atrophied as well, and she
was unable to stand, which made her depend on
a wheelchair. Her test results were: finger-nose
test (++), alternating movement test (++), and

Fig. 1 Family diagram of the patient diagnosed with spinocerebellar ataxia.
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Fig. 2 Preoperative MRI of Case 1. (A) MRI (saggital view, T2) showed cerebrullum and pontine atrophy, cisterna magna
enlarged as arachonid. (B) MRI (coronal view, T1) showed cerebrullum and pontine atrophy, space between two
cerebellums and brain stem enlarged like a cyst. (C) MRS indicated a decrease in the cerebellar NAA peak. (D) DTI showed
a decrease in the bilateral cerebellar fiber bundle.

heel-knee-tibia test (++) showed positive results.
Her Romberg test was unable to conduct
because she could not stand. Nevertheless, the
myodynamias of both lower limbs achieved
grade 5. Her ICARS score was 41.
Auxiliary examinations were as follows: (1) Gene
detection that suggested SCA-3. (2) Preoperative
MRI showed cerebellar atrophy decrease in the
NAA peak of the vermis, and the proportion
of NAA to Cr demonstrated lower levels in the
cerebellar vermis and bilateral cerebellar
hemisphere (Fig. 3). (3) ENMG and electromyography showed neurogenic injury in the
muscles of the right limbs. However, somatosensory evoked potentials indicated a mild
dysfunction of the somatosensory pathway at the
right cervical segments of the spinocerebelum.
Alternatively, BAEP showed damage to the

peripheral part of the right auditory pathway and
the central part. Damage to the central segment
of the left auditory conductive pathways was also
observed. (4) Positron emission tomography/
computed tomography (PET/CT) results showed
that cerebellar sulci had broadened significantly,
and the gyrus had become thin. Therefore,
examinations indicated a decrease in cerebellar
metabolic activity (Fig. 4).
2.3

Case 3

A 39-year-old male with a 13-year history of
ataxia, presented with sitting, standing, and
walking disturbances, including bucking and
dysgraphia. When he sat on the chair, he was
unable to control body balance. Therefore, he
fell to one side, and gradually, both of his lower
limbs began to tremble. Four years ago, the
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Fig. 3 Preoperative MRI and PET/CT of Case 2. (A) Preoperative MRI, showed cerebellar atrophy. (B) MRI (upper left) and
PET/CT (lower two) showed cerebral atrophy decrease in the NAA peak of the vermis, and the proportion of NAA to Cr
(upper right) demonstrated lower levels in the cerebellar vermis and bilateral cerebellar hemisphere.

Fig. 4 Preoperative PET/CT of Case 2 showed lowered metabolism in whole brain, especially cerebrllum.

symptoms were worse and other symptoms
appeared, including bucking, eating, dysgraphia,
and gait disturbances. Over the years, he had
gone to many hospitals and took numerous

drugs. However, improvements were invalid.
With further development of symptoms and the
appearance of alalia, coupled with results from
Cases 1 and 2, he came to our clinic asking for
Journal of Neurorestoratology
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surgical treatment in July 2020. He smoked less
than half a pack daily and denied drinking or
other illicit drug use history. His grandmother
and father had this disease.
Physical examination showed slow speech, a
gradually larger writing font that inclined to the
lower right, and easy tripping when walking,
with a shuffling or drunken gait being observed.
His test results were: finger-nose test (++),
alternating movement test (++), heel-knee-tibia
test (++), and the Romberg (+). His ICARS
score was 24.
Auxiliary examinations comprised the following:
(1) Gene detection that indicated more than 75
CAG repeat numbers, showing characteristics
of SCA-3. (2) Brain MRI suggested cerebellar
and spinal atrophy. The proportion of NAA to
Cr also demonstrated lower levels in cerebellar
vermis, bilateral cerebellar hemisphere, and pons
(Fig. 5). (3) Moreover, ENMG showed chronic
neurogenic injury at the muscles of the right
limbs. (4) Alternatively, PET/CT showed decreased
metabolic activities in the medulla oblongata,
pons, and cerebellar (Fig. 6).

3 Motivation of surgery for hereditary
spinocerebellar atrophy and ataxia
No effective treatment for hereditary spinocerebellar atrophy and ataxia has been identified
so far. Patients frequently undergo multiple
treatment in many hospitals. Still, their conditions
gradually aggravate. They even become disabled
or die in pain. Also, the familial type occurs
majorly, as many cases in one family have been
recorded. While some die of the disease, others
become disabled due to the illness. Therefore,
many families have become impoverished due
to the disease. Hence, exploring new treatments
is imminent. Based on patients’ requirements
and MRI presentations, it has been shown
that the spinal cerebellum in these cases was
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Fig. 5 Preoperative MRI of Case 3. (A) Saggital view.
(B) Axis and coronal view showed cerebral atrophy.

significantly atrophy, whereas the posterior fossa
occipital cistern was significantly enlarged as an
arachnoid cyst. Meanwhile, referring to the classic
operation for treating the moyamoya disease
encephalo-myo-arterio-synangiosis, we proposed
that symptoms can be relieved through posterior
fossa decompression and vascular muscle flap
adhering to the surface of the cerebellum to
increase blood supply. Based on these facts, we
designed a specific plan for this operation.
Case 1 was brought to our hospital twice in 6
months. After several discussions with the patient
and her mother, an agreement was reached.
Therefore, we tried the operation, and results
exceeded our expectations. Encouraged by the
improvement of symptoms in Case 1, Cases 2
and 3 came to our clinic and asked for surgical
treatments as well.
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Fig. 6 Preoperative PET/CT of Case 3. PET/CT showed decreased metabolic activities in the medulla oblongata (A), pons
(B), and cerebellum (C).

4 Surgical procedure
The major procedure included posterior fossa
decompression, extensive arachnoid resection,
and bilateral occipital muscle flap transplant
to the adhered surfaced of the cerebellum and
brain stem.
When the patients came to the clinic, the
patients’ physical examination was performed,
even the patients and their family were strongly
willing to get surgery, we still explained risks and
the possible failure repeatedly. After claiming
that they have understood completely the surgical

risks, consents were signed.
After all preparations were finished, the surgical
procedure was conducted. Under general
anesthesia, the patients took prone position with
head holding. A straight-line incision was then
made through the posterior midline, reaching
the occipital protuberance upward and the
spinous process of the second cervical vertebra
downward. Part of the occipital muscle was also
cut horizontally along the superior nuchal line,
after which the occipital bone flap of 4 cm
diameter was removed, following sealing of the
diploic space with a sterilized medical bone wax
Journal of Neurorestoratology
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to prevent bleeding.
During the procedure, hyperostosis of the
occipital bone was evidently seen in Case 1, but
not in the other two cases. The enlarged cisterna
magna and its thickening arachnoid were also
visible in all three cases. Moreover, in Case 2,
cerebrospinal fluid (CSF) pressure was so high
that it spouted immediately after the cisterna
magna puncture. The CSF pressure was therefore
measured, and it reached 220 mmH2O.
After the Y-shaped incision was made at the
cerebral dura mater, all thickened arachnoid in
the occipital cistern were removed under the
microscope, following the release of the CSF.
The lower pole of the cerebellar hemisphere,
brainstem, and dorsalis of the upper cervical
spinal cord was then exposed. Afterward,
the thickened arachnoid of the cerebellar were
carefully separated and removed. The medulla
obliterata was also separated to release the
cerebellar. Next, the brainstem and posterior
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cranial nerves were explored down and forward,
then they were released as well. Furthermore,
the arachnoid membrane on the cerebellar
brainstem’s surface was fully resected, following
the dissociation of the bilateral occipital muscle
from the distal occipital artery. Then, the muscle
flap with dimensions 6 cm × 4 cm × 2 cm was
isolated from the bilateral occipital neck muscle
and the occipital artery, following application to
the bilateral cerebellar hemisphere and adherence
to the cerebellar surface. Finally, the stitched
cerebral dura mater and the deep fascia of the
muscle flap and gap were filled with fibrin glue,
the bone flap was discarded, and the cranial
cavity was closed layer by layer. Figure 7 shows
the photos taken during the surgery.

5 Outcomes
In Case 1, the patient’s linguistic function
improved significantly from slow and difficult

Fig. 7 Operative observation of Case 1. The enlarged cisterna magna and thickened arachnoid is shown. (A) The
occipital bone. (B) The arrow 1 indicates the arachnoid. (C) The arrow 1 indicates the arachnoidectomy. (D) The arrow
1 indicates the spinal and cerebellar surfaces. (E) The arrow 1 indicates the posterior cranial nerves. (F) The arrow 1
indicates the cerebellar hemispheric surface. The arrow 2 indicates the occipital muscle flaps with arteries.
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to fluent, clear, and easy. Symptoms of bucking
also relaxed the day after operation and
disappeared on the third day after the operation.
Interestingly, the patients’ standing and walking
functions were improved on the sixth day.
Following further examinations, the rotation test,
finger-nose test, alternating movement test,
heel-knee-tibia test, and Romberg test were all
negative. Muscle tension and tendon reflex turned
normal on the thirtieth day as well. Moreover,
the ICARS score that was improved from 46 to
15. Presently, the patient lives alone and can take
care of herself during the follow-up of 6 months
post-operation. However, no difference in brain
MRI between pre- and post-operation periods
was observed (Fig. 8).
In Case 2, the patient felt relaxed, with
coordinated hand movements and smooth writing

Journal of Neurorestoratology

on the fourth day after the operation. A subsequent
series of rehabilitation treatments was then
conducted, including intermediate frequency
drug import, acupuncture, physical therapy,
sports training, muscle strength training, and
standing training. One month post-operation, the
patient could also stand without assistance, her
linguistic function had improved, and bucking
symptoms had disappeared. However, the
symptom of diplopia had not yet improved,
as she was still recovering from independent
walking due to the atrophy sustained at her
lower back and lower limb muscles.
In Case 3, the patient developed post-surgery
fever. So, he was confined to bed after the surgery
and was unable to carry on with rehabilitation
training and efficacy evaluation. However, after
the fever gradually disappeared, other symptoms

Fig. 8 Post-operative MRI of Case 1. MRI T1 (A), T2 (B), MRS (C), and DTI (D) revealed no changes between pre- and
post-opertaion.
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had significantly been relieved, except for the
writing function. He walked normally and sat
steadily. Symptoms of alalia and bucking were
also relieved.
ICARS scores were used to evulate the outcome
of the patients pre- and post-operation (Table 1).
Since patients had not stood or walked for a
long time, their back muscles and both lower
limb muscles were atrophy. Therefore, the upper
limbs did not cooperate with swinging. So, they
would need to learn to walk and exercise again.
Furthermore, because some patients require
swallowing and language training, the two patients
in this group had previously experienced a series
of rehabilitation for a long time, including
exercise training, acupuncture, physical therapy,
and neurotrophic drugs to gradually restore

various functions.

6 Discussion
SCAs are familial hereditary disease with a high
rate of death and disability, which results in
a huge burden on society and family. It was
customarily treated through symptomatic and
supportive treatment because no effective treatment
methods exist, these patients experience despair
and fear and they kept seeking medical help but
has no good outcome since been diagnosed.
According to the treatment of the moyamoya
disease and imaging changes from MRI results,
we proposed the possibility of a surgical treatment
of this disease, which was then explored
tentatively. Results achieved were excitingly

Table 1 ICARS scores before and after surgery.
Clinically sensible
subscales
Postural and gait
disturbances

Kinetic functions
(left/right)

Speech disorders

Oculomotor
disorders

Total score

Clinically important degree

Case 1

Case 2

Case 3

pre- post- pre- post- pre- postWalking capacities (0–8)

3

2

8

7

3

0

Gait speed (0–4)

3

1

4

3

1

1

Standing capacities, eyes open (0–4)

2

1

4

3

3

0

Spread of feet in natural position without support, eyes open (0–4)

2

0

1

2

0

0

Body sway with feet together, eyes open (0–4)

2

0

4

4

1

1

Body sway with feet together, eyes closed (0–4)

4

1

4

4

4

4

Quality of sitting position (0–4)

1

1

1

0

0

0

Knee-tibia test (0–4)

2/2

0/0

1/1

0/0

0/0

0/0

Action tremor in heel-to-knee test (0–4)

1/1

0/0

1/1

0/0

0/0

0/0

Finger–nose test: decomposition and dysamdtria (0–4)

2/2

1/1

0/1

0/1

0/1

0/0

Finger–nose test: intention tremor of the finger (0–4)

2/2

1/1

0/1

0/1

0/1

0/1

Finger–finger test (0–4)

2/2

1/1

0/1

0/1

1/1

0/0

Pronantion supination alternating movements (0–4)

2/2

1/1

2/2

0/0

2/2

1/1

Drawing of the Archimedes’ spiral on a pre-drawn pattern (0–4)

1

1

1

1

1

1

Dystarthria: fluency of speech (0–4)

2

0

1

0

1

0

Dysarthria: clarity of speech (0–4)

1

0

1

0

1

0

Gaze-evoked nystagmus (0–4)

3

0

1

0

1

3

Abnormalities of the ocular pursuit (0–3)

0

0

0

0

0

0

Dysmteria of the saccade

0

0

0

1

0

0

46

15

41

28

24

13

(0–1)
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outstanding. The following discussion is based
on the cases.
SCA is a group of progressive exacerbation
of neurodegenerative diseases, including SCAl–45 [6]. Gene mutations account for the main
pathological changes, such as degeneration,
apoptosis, loss of nerve cells, and gliosis of
nerve fibers. Gene mutations frequently occur
in the protein-coding region, resulting in protein
structural and functional changes [9]. These
mutations can therefore cause an abnormal
expression of other components (such as the
molecular chaperone, protease ubiquitination
system, caspase, and so on), resulting in the
formation of inclusion bodies in the extracellular,
intracellular, or nuclear environment, which
further activates various metabolic pathways.
Cytokines are also activated, which finally leads
to selective (cerebellum and spinal cord
dominated) neuronal degeneration, apoptosis,
and losses. The most representative mutation
is the abnormal amplification of trinucleotide
sequences (CAG and CTG), which generates a
polyglutamine stretch, in addition to other toxic
fragments (Polyglutamine, PolyQ). Therefore,
these protein fragments accumulate and form
inclusion bodies in the nucleus of neurons that
produce cytotoxicity [10], thereby causing protein
misfolding (protein level) and dysfunction of
the protease ubiquitination system [11]. The
imbalance in Ca2+ homeostasis and the absence
of a molecular chaperone also lead to selective
damage and loss of nervous system functions.
Though the first symptoms improved in
Case 1 were bucking, and dysarthria, which
occurred on the third day post-operation. The
first improvement in Case 2 was dysgraphia,
which occurred on the fourth day post-operation.
All symptoms of cerebellar atrophy also improved
significantly after operation. The effect of
treatment in the three cases was far beyond the
expectations of doctors and patients. Also,
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patients and their families were satisfied with
results from the treatment.
The main biochemical mechanism accounting
for rapid symptom improvements is unclear.
Although some researchers proposed that
hereditary SCA is due to genetic changes, which
lead to the secretion of toxic proteins, resulting
in cerebellar brainstem atrophy, we think that
rapid symptom improvements resulted from the
decompression of the posterior fossa, arachnoid
release, in addition to the redistribution of blood
flow and metabolism in brain tissue. During the
operation, it was observed that the patient’s
occipital bone was thickened, and the cisterna
magna was significantly enlarged, which is proposed to be caused by the atrophy of the
cerebellum, resulting in an enlarged space,
thereby forming a space similar to that of the
posterior fossa arachnoid cyst. From examination
pre-operation, the arachnoid membrane on the
cerebellar surface was evidently thickened, which
is proposed to be a reactive hyperplasia after
cerebellar atrophy. The hyperplastic occipital
bone, including the arachnoid and its cysts also
cause compression on the cerebellum, brainstem,
and posterior cranial nerves. However, the
surgical removal of arachnoid cysts, arachnoid
hyperplasia on the cerebellar surface, then
brainstem and posterior cranial nerve adhesions
to the arachnoid membrane accounted for improvements. After the removal of the occipital bone,
the decompression effect was achieved and
symptoms were quickly relieved. The muscle flap
was also anastomosed, with vascular proliferation
being observed on the cerebellar surface since
blood flow reconstruction had not yet been
conducted. Therefore, the early and rapid
improvement of symptoms was not closely related
to the muscle flap application. Through the
occipital muscle flap with occipital artery cerebellar
transplantation, an effective increase in blood
perfusion of the cerebellum and brainstem was
Journal of Neurorestoratology
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observed, cerebellar and collateral circulation
was established, and blood supply, in addition
to the cerebellar metabolic rate was increased,
thereby accounting for further improvement in
ataxia-based symptoms. Moreover, based on
this hypothesis, the effect of this operation is
proposed to be due to the surgical removal of
the occipital cistern CSF, the removal of toxic
protein secretion arachnoid, implantation of the
muscle flap to absorb toxic proteins, and other
comprehensive effects. Therefore, we took the
occipital cistern effusion and arachnoid membrane
to pathological examination, and the membrane
thicked bit micro-structure was normal.
Here, the surgical procedure was conducted
with tentative ideas, including that cerebellar
ataxia-based symptoms were gradually aggravated
without any hope of treatment. The treatment
method did not cause damage to the brain stem
structure of the patient. Moreover, the patient
volunteered and passed hospital ethics, after
which the operation achieved evident results.
Although no radical cure for SCAs exists,
our operating procedure significantly relieved
symptoms. Therefore, it is worthwhile to further
expand on the sample, improve operating rules,
and further follow-up the long-term efficacy of
this procedure to study the pathophysiological
mechanism of symptom relief.
After these three cases, we have completed
20 cases of surgery in 2020. All symptoms were
improved to various degree, but not completely
disappeared. We are also conducting further
operations on this disease to observe clinical
effects over a large sample volume, and study
possible treatment mechanisms.

Consent
The patients agreed the doctors to use the data
and publish disease related articles with personal
information deleted.
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